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Disclaimer
The material that follows is a presentation of general background information about Sosei Group Corporation and its subsidiaries (collectively, the “Company”) as of the date of this presentation. This material has been
prepared solely for informational purposes and is not to be construed as a solicitation or an offer to buy or sell any securities and should not be treated as giving investment advice to recipients. It is not targeted to the specific
investment objectives, financial situation or particular needs of any recipient. It is not intended to provide the basis for any third party evaluation of any securities or any offering of them and should not be considered as a
recommendation that any recipient should subscribe for or purchase any securities.
The information contained herein is in summary form and does not purport to be complete. Certain information has been obtained from public sources. No representation or warranty, either express or implied, by the
Company is made as to the accuracy, fairness, or completeness of the information presented herein and no reliance should be placed on the accuracy, fairness, or completeness of such information. The Company takes no
responsibility or liability to update the contents of this presentation in the light of new information and/or future events. In addition, the Company may alter, modify or otherwise change in any manner the contents of this
presentation, in its own discretion without the obligation to notify any person of such revision or changes.
This presentation contains “forward-looking statements,” as that term is defined in Section 27A of the U.S. Securities Act of 1933, as amended, and Section 21E of the U.S. Securities Exchange Act of 1934, as amended. The
words “believe”, “expect”, “anticipate”, “intend”, “plan”, “seeks”, “estimates”, “will” and “may” and similar expressions identify forward looking statements. All statements other than statements of historical facts included in
this presentation, including, without limitation, those regarding our financial position, business strategy, plans and objectives of management for future operations (including development plans and objectives relating to our
products), are forward looking statements. Such forward looking statements involve known and unknown risks, uncertainties and other factors which may cause our actual results, performance or achievements to be
materially different from any future results, performance or achievements expressed or implied by such forward looking statements. Such forward looking statements are based on numerous assumptions regarding our
present and future business strategies and the environment in which we will operate in the future. The important factors that could cause our actual results, performance or achievements to differ materially from those in the
forward looking statements include, among others, risks associated with product discovery and development, uncertainties related to the outcome of clinical trials, slower than expected rates of patient recruitment,
unforeseen safety issues resulting from the administration of our products in patients, uncertainties related to product manufacturing, the lack of market acceptance of our products, our inability to manage growth, the
competitive environment in relation to our business area and markets, our inability to attract and retain suitably qualified personnel, the unenforceability or lack of protection of our patents and proprietary rights, our
relationships with affiliated entities, changes and developments in technology which may render our products obsolete, and other factors. These factors include, without limitation, those discussed in our public reports filed
with the Tokyo Stock Exchange and the Financial Services Agency of Japan. Although the Company believes that the expectations and assumptions reflected in the forward-looking statements are reasonably based on
information currently available to the Company's management, certain forward looking statements are based upon assumptions of future events which may not prove to be accurate. The forward looking statements in this
document speak only as at the date of this presentation and the company does not assume any obligations to update or revise any of these forward statements, even if new information becomes available in the future.
This presentation does not constitute an offer, or invitation, or solicitation of an offer, to subscribe for or purchase any securities. Neither this presentation nor anything contained herein shall form the basis of any contract or
commitment whatsoever. Recipients of this presentation are not to construe the contents of this summary as legal, tax or investment advice and recipients should consult their own advisors in this regard.
This presentation and its contents are proprietary confidential information and may not be reproduced, published or otherwise disseminated in whole or in part without the Company’s prior written consent. These materials
are not intended for distribution to, or use by, any person or entity in any jurisdiction or country where such distribution or use would be contrary to local law or regulation.
This presentation contains non-GAAP financial measures. The non‐GAAP financial measures contained in this presentation are not measures of financial performance calculated in accordance with IFRS and should not be
considered as replacements or alternatives profit, or operating profit, as an indicator of operating performance or as replacements or alternatives to cash flow provided by operating activities or as a measure of liquidity (in
each case, as determined in accordance with IFRS). Non-GAAP financial measures should be viewed in addition to, and not as a substitute for, analysis of the Company's results reported in accordance with IFRS.
References to "FY" in this presentation for periods prior to 1 January 2018 are to the 12-month periods commencing in each case on April 1 of the year indicated and ending on March 31 of the following year, and the 9 month
period from April 1 2017 to December 31 2017. From January 1 2018 the Company changed its fiscal year to the 12-month period commencing in each case on January 1. References to "FY" in this presentation should be
construed accordingly.
Sosei Heptares is a trading name. Sosei and the logo are Trade Marks of Sosei Group Corporation, Heptares is a Trade Mark of Heptares Therapeutics Limited. StaR is a Trade Mark of Heptares Therapeutics Limited

2

We are the world leader in GPCR drug discovery and development
R&D CENTER
GRANTA PARK, CAMBRIDGE, UK

HEADQUARTERS
TOKYO, JAPAN

~120 EMPLOYEES

~30 EMPLOYEES

Proprietary StaR®1 GPCR
technology underpin

Late-Stage Japanese
Development Expertise

Research, Drug Discovery and
SBDD2 Platform

Access to Capital and also
Royalty Income from Novartis

Translational and Early-Stage
Clinical Development Expertise
Business Development

Japan-anchored, with a fully integrated global discovery and development business in Cambridge,
UK, driving enhanced science, productivity, and collaboration and partnership opportunities
1 Stabilized
2

3

receptor technology
Structure-based drug design

About Sosei Heptares (Tokyo Stock Exchange: 4565)
Solved

260+
Molecular structures

WE ARE
RECOGNIZED
GLOBALLY FOR
WORLD-CLASS,
PIONEERING
SCIENCE
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PRODUCTS
ON MARKET
GLOBALLY

From

25+
Different GPCRs

29

Solved

>30%
Structures of GPCR targets

OUR CO-FOUNDER
RICHARD HENDERSON
WAS AWARDED THE
NOBEL PRIZE IN
CHEMISTRY
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OUR TECHNOLOGY HAS ATTRACTED
WORLD LEADING PHARMA AND
BIOTECHS AS KEY PARTNERS

COLLABORATIONS WITH LEADING
ACADEMIC GROUPS KEEP US AT THE
CUTTING EDGE OF SCIENTIFIC RESEARCH

R&D PROGRAMS
DISCLOSED WITH
BROAD AND DEEP
PIPELINE BEHIND

FORMED 2 SPIN-OUT COMPANIES

Agenda
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1

StaR® Technology and its Benefits

2

Structure-Based Drug Design with StaR® Technology

3

CryoEM in GPCR Drug Discovery

4

Concluding Remarks

1
StaR® Technology and its Benefits
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What are G protein-coupled receptors (GPCRs)?
WHAT THEY DO
Integral membrane proteins
that span the lipidic bilayer
of cell membranes

Primary function is to
transduce external stimuli
into intracellular signals

Respond to a variety of
different ligands with
conformational changes

HOW THEY LOOK
ECLs

7 transmembrane helices
3

4
5

(TM)

2

6

1
7

3 intracellular loops (ICL)
3 extracellular loops (ECL)

ICLs

Interact with guanine
nucleotide binding proteins
(G proteins) to transmit
signal

Largest super-family of transmembrane proteins in the human genome with ~800 members
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GPCRs are a diverse superfamily of drug targets
B2
B1
A
Rhodopsin
Biggest family
with 659
receptors (incl.
olfactory
receptors)

Secretin
Extracellular
peptide
hormone-binding
domain

Note: Classification by phylogenetic relationship
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Adhesion
Non-covalently
associated N
terminal domains

C

Glutamate
Dimeric
quaternary
structure

F

Frizzled
Wnt glycoprotein
signalling

Why do we target G Protein-Coupled Receptors (GPCRs)?
~400 GPCR targets in the body active in disease2

~400

NEUROLOGICAL DISORDERS

GPCR targets
active in
diseases2

GASTROINTESTINAL DISEASES

~34%
of FDA
approvals
target GPCRs1

27%
of global
sales
are GPCR
drugs1

BEST-IN-CLASS

METABOLIC DISORDERS

FIRST OR
BEST-IN-CLASS

Drugged
27%

ONCOLOGY
CARDIOVASCULAR

As yet undrugged
56%

RESPIRATORY

GPCRs are active in a wide range of disease areas,
and offer broad therapeutic potential

FIRST-IN-CLASS

Significant opportunity to target new first-in-class
and/or improved best-in-class GPCR medicines

Sources: 1 “Unexplored opportunities in the druggable human genome”, Nature Reviews, 2016 ; 2 “Trends in GPCR in Drug Discovery – new agents, targets and indications”, Nature Reviews, 2017
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In trials
17%

The Stabilised Receptor (StaR®) is at the core of our SBDD platform

Unstable
native
receptor

DRUG TARGET PROFILE

SCREENING

ITERATIVE MUTAGENESIS

BIOPHYSICS

THERMOSTABILITY

STRUCTURE

PHARMACOLOGY
CHARACTERISATION

• GPCR drug discovery remains challenging
•

•

•
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Low expression levels – often with
complicated expression and secretion
pathways
Difficult purification – lose structural integrity
outside the membrane
Heterogeneity – inherently flexible; changing
conformation depending on the bound ligand

StaR®

SBDD

Hit ID

OPTIMISATION

• We introduce point mutations into a
GPCR which leads to increased
thermostability
• The receptor is trapped in a relevant
conformation to match the drug
product profile

• Finally, the Stabilised receptor (StaR®)
can be extracted from the membrane,
purified and function retained

60+ Stabilised
Receptors
generated in agonist
and/or antagonist
conformations

StaR® Generation: Step-wise receptor engineering
• Step-wise stabilisation results in evolution of the receptor towards improved thermostability,
homogeneity and recovery after detergent solubilisation
• Increased stability in short chain, harsher detergents amenable to X-ray crystallography

• Flexibility to ‘harvest’ StaRs for different purposes, differentially engineering them according to their
intended downstream application (HTS, SPR, antibody generation, cryoEM, X-ray crystallography…)
Tm analysis

fSEC analysis
Increase in expression,
monodispersity and
homogeneity

Increase in
functional
expression

Screening
Increase in
thermostability

CryoEM
X-ray

11

2
Structure-Based Drug Design
with StaR® Technology

12

StaR® allows the deployment of numerous biochemical, biophysical
and structural techniques
DSF
CPM

Thermal
Stability
Assays

Tagg
FRAP

XFEL

Kinetics

BPM

SPR

StaR®

Structure

Screening

LCP/VD

Cryo EM

Fragments,
libraries

HDX
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X-Ray

Mass Spec

Native MS

Sosei Heptares workflow towards a GPCR X-ray structure

Unstable
native
GPCR

StaR

Expression

Screening:

Membrane
preparation

Fusions

Solubilisation

Positions

Affinity
Gel
purification filtration

Ligands

LCP/VD
Crystallisation
crystallisation Optimisation
trials

Detergents

Optimised routes from design through to crystallisation trials routinely yield crystal structures
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Structure
determination

We have solved 260+ molecular structures from 25+ different GPCRs

60+ GPCR structures publicly disclosed
200+ unique GPCR-ligand complexes

260+ GPCR structures (30 in PDB)
Highest resolution GPCR structure (1.7Å)
StaR® technology validated across GPCR-ome
Source: Protein Data Bank (PDB)
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StaR structures can reveal new opportunities for modulation
Multiple different ways to target GPCRs using StaRs

Hollenstein et al.,
Nature (2013)

CRF1R

PAR2
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Jazayeri et al.,
Nature (2016)

GCGR

Cheng et al.,
Nature (2017)

C5aR

Oswald et al.,
Nature (2016)

CCR9

Robertson et al.,
Nature (2018)

StaR® technology: revolutionary for GPCR structure-based drug design
P

Improved physiochemical properties
(more polar, more selective, lower dosage)

P

Better safety and efficacy

P Reduced clinical attrition
P

Small molecule, peptide or antibody discovery
Our StaR®/SBDD platform capabilities allow us to develop better, differentiated drug candidates
against emerging novel GPCR target mechanisms
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Discovery of A2A Receptor Antagonist - HTL1071/AZD4635
Impact of SBDD on A2A Hit ID → LO → DC
Preladenant

Hit 1
Virtual
Screen

A2A pKi 8.8
MW 503, clogP 2.4
LE 0.32, LLE 6.4
CNS MPO 3.3

• Poor CNS physchem
•

properties
Furan containing

Hit 2
BPM &
further VS
‘core hop’

A2A pKi 8.5
MW 310, clogP 3.1
LE 0.52, LLE 5.4
CNS MPO 4.6

• Novel non-furan containing
• Mod. selectivity (vs A1)

HTL1071 / AZD4635
SBDD

A2A pKi 6.9
MW 248, clogP 2.7
LE 0.50, LLE 4.2
CNS MPO 5.2

• Novel triazene template
• No structural alerts
• Low selectivity (vs A1)
• Mod. metabolic selectivity

A2A pKi 8.8
MW 316, clogP 2.7
LE 0.49, LLE 5.2
CNS MPO 5.1

• Improved LLE
• Improved selectivity
• Improved metabolic stability

AZD4635 (HTL-1071) is a potent and selective antagonist of A2AR, the result of an innovative and thorough
structure-based design approach
AZD4635 in Phase 1b/2 studies as monotherapy or in combination in tumours of high unmet need
Sources: Langmead et al. J. Med. Chem. 2012, 1904; Congreve et al. J. Med. Chem. 2012, 1898
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High-throughput high resolution GPCR crystallography
Theophylline
180 Da

StaR® allows cocrystallisation with
low affinity ligand
Affinity: ~2 µM for A2A StaR
Kinetics: very fast

Soak crystals with any
other higher affinity
ligand
With one 96 well crystallisation
plate (150 µg protein) can soak
96 new ligands
Multiple co-structures
19

A2A in complex with theophylline (2.0 Å)

Water network controls A2A receptor antagonist binding kinetics

Compounds designed to interact
with lipophilic hotspots & displace
‘unhappy’ waters

Good network with the pyridine.

Poor network with the phenyl

(GRID water probe only shown)

Potent: Slower off-rate

Less potent: Very fast off-rate

WaterFLAP: MIF based water networks post short MD relaxation

WaterMap: MD based hydration site thermodynamics
20

Desirables for GPCR SBDD
• High resolution structure of target in relevant conformation
• Well resolved ligand and protein side chains in binding site to understand, explain and eventually predict changes in atoms’
positions, interactions and motions as small as 0.5–1.5 Å (resolution of 3 Å or better is necessary)
• Visible waters in binding site

• Multiple ligand co-structures in response to computational design
• Exploration of SAR

BUT
• A structure is better than none!
• A single structure can be massively informative in CADD

• Even lower resolution can reveal binding mode and aid with homology modelling
• Molecular dynamics and other computational methods can be used to fit and minimize the structure and assign probable
conformations and residue rotamers and identify the position of chemically relevant waters

• The combination of low-resolution experimental structures and modelling can become a powerful tool for
SBDD

21

3
CryoEM and GPCR SBDD
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What can a CryoEM Structure of a GPCR Provide?
• Structures of active GPCRs still challenging
• Limited X ray information on fully active conformations of GPCRs
• Computational modelling of active state still challenging
• Potent and high affinity ligands required to maintain high energy state

• CryoEM so far limited to active GPCRs in complex with G proteins (or dimers)
• Initial understanding of conformational rearrangements even at moderate

resolution
• Location of binding sites early in drug discovery process
• Understanding of signal bias
• Understanding multimeric GPCR structures
• Possible to see side chains, drugs and even water molecules?
23

Inactive
Active

GPCR Structures Solved by CryoEM
• A substantial number of GPCR structures have been
solved by CryoEM
90∘

• Receptors solved in active conformation bound to G
protein
• Conservation of overall active state conformation but
diversity on extracellular ligand binding face
• Majority have additional proteins to stabilise the complex
e.g. Nb, scFv, Fab
• All in detergent micelles (typically LMNG/CHS)
• Resolutions ranging between 3 Å and 4.5 Å
• Developing an understanding of the nature of G protein
interaction
• Ligands visible in orthosteric binding sites……
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Superposition of GPCR-G protein CryoEM structures

Sosei Heptares workflow towards a GPCR cryo-EM structure
Complex
formation with
Ga, Gb and Gg
Unstable
native
GPCR

StaR

Expression

Membrane
preparation

Solubilisation

Purification

Gel
filtration

Draper-Joyce et al.,
Nature (2018)

Freezing
Screening
Optimise
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Data collection

Image processing

Reconstruction

Challenges of GPCR SBDD by CryoEM
• The Sample
• Size – GPCR only 40 kDa, complexes only 120 kDa

• Large amount of data/microscope time required

• Currently only agonists (or dimers) - challenging to
obtain stable GPCR-G protein complexes

• Orders of magnitude slower to obtain a high resolution
GPCR EM structure compared to MX

• Detergent background, micelle subtraction

• No ligand soaking systems for determination of multiple
structures with one sample

• Resolution
• Resolutions ranging between 3 Å and 4.5 Å not typically
considered high enough for SBDD
• Conformational heterogeneity leads to lower resolution
in region of interest
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• Throughput

• Logistics
• Microscopes very expensive to buy and run
• Requires substantial investment in computational
infrastructure
• Extremely difficult to recruit skilled operatives

De-bunking CryoEM Myths: “You need hardly any protein for EM”
Typical GPCR cryoEM workflow

• Typical GPCR structure at 3.5 Å average resolution needs 5000 images
• Falcon III = max 27 images/hour with 1 image per hole – 8 days data collection (2 grids)
• Average protein concentration 5 mg/mL

Prepare
grids

10uL @ 5 mg/mL
= 50 ug
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Isolate
complex

Incubate
with G
proteins

Remove
aggregates

Isolate
receptor

5-10 L cell culture
(1 L StaR)

Challenges of GPCR cryoEM : The sample
3

H -H T L 3 2 0 5 5

R a d io lig a n d b in d in g a s s a y
3

30000

W ild - t y p e

CPM

CPM

T m = 3 0 .3  C

10000

20000

10000
T m = 1 7 .8  C

T m = 1 7 .8  C
0

0
-1 0 0 0 0

• At low protein concentration can drop below KD of interaction
0

• Protein aggregation at the air-water interface
• Perfect sample can look dreadful on the grid

• Uneven ice distribution in detergents
• Uneven particle distribution in detergent
• Strong preference for thicker ice

• Strong preferred particle orientations
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W ild - t y p e

T m = 3 0 .3  C

20000

-1 0 0 0 0

• Prone to dissociation during vitrification

G P R 8 8 g 8 .4 S ta R

30000

• GPCR instability and low expression mitigated using StaR receptors

• Complex stability

StaR
WT

G P R 8 8 g 8 .4 S ta R

40000

• Protein stability and poor expression
• G protein interaction adds additional stability

H -H T L 3 2 0 5 5

R a d io lig a n d b in d in g a s s a y

40000

10

0

10

20

30

40

50

T e m p e ra tu r e (°C )

20

30

T e m p e ra tu r e (°C )

40

50

Drulyte et al., Acta Cryst D 2018

Throughput: GPCR CryoEM Structures Need a Lot of Data
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Receptor

Resolution

Camera

Pixel size

Images

Particles

Particles Final

CB1-Gi

3.0

K2

0.86

2,759

1,178,914

177,787

NTSR1-Gi1 C/NC

3.0

K2

1.06

10,027

6,548,648

163,333; 207,119

M2-Go

3.6

K2

1.06

20,909

11,147167

261,730

M1-G11

3.3

K2

1.06

5,090

2,925,820

277,988

PTH1-Gs

3.0

K2

1.014

1,828

1,410,056

211,618

Smo-Gi

3.84

K2

1.07

3,205

469,2245

141,100

Mu opioid-Gi

3.5

K2

1.04

2,642

893,426

359,406

GLP1R-Gs-Ex

3.26

K2 + VPP

1.06

2,793

614,883

184,672

CGRP-Gs

3.3

K2 + VPP

1.06

3,180

1,205,000

407,000

Glucagon-Gs

3.1

K2

1.06

3,724

2,039,910

266,267

A1-Gi2

3.6

K2 + VPP

1.06

3,220

831,602

263,321

5HT1b-Go

3.78

Falcon III +
VPP

1.06

8,000

4,500,000

730,118

CLR-Gs

3.34 (4.1)

K2 + VPP

1.06

2,780

1,213,995

417,949

A2A-Gs

4.1

Falcon III +
VPP

1.06

837

232,739

128,002

GLP1R-Gs-GLP

4.1

K2

1.00

17,322

2,675,742

139,299

Rhodopsin-Gi

4.38

K2

0.83

3,300

580,000

115,000

Rhodopsin-Gi

4.5

K2

1.07

19,368

1,656,874

227,386

• Median number of images
collected = 3,300
• Median number of particles
picked = 1.5 million
• Final number of particles in
final reconstructions = 200,000

Resolution: High enough for SBDD?
• Reported resolutions are averages from 3.0 to 4.5 Å

• Ligands typically visible but not clearly defined and
no waters

X-ray

• Resolutions ranges from 2.5 to 6 Å
• Core of G protein and interactions regions typically well
ordered and better resolution
• Resolution typically deteriorates towards extracellular side
of the receptor

• CryoEM maps look better that X ray at equivalent
resolution
• Phases are absolute without model bias
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STRICTLY PRIVATE & CONFIDENTIAL

CryoEM

Solutions to GPCR SBDD by CryoEM at Sosei Heptares
• The Sample
• Enhanced expression and stability means more
screening variables in shorter time
• Stabilisation of GPCR – G protein complexes

• Use of mini-G proteins
• Explore grid and vitrification technologies

• Alternative supports
• Graphene oxide, Gold

• Additives
• Fluorinated/non-fluorinated detergents

• Alternatives to detergents
• Nanodiscs, amphipols, polymers

Russo and Passmore, Science 2014
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Solutions to GPCR SBDD by CryoEM at Sosei Heptares
• The Sample
• Enhanced expression and stability means more
screening variables in shorter time
• Stabilisation of GPCR – G protein complexes

• Use of mini-G proteins

• Throughput
• Still a major limitation
• New cameras will be critical – K3 and Falcon IV
• Aberration-free image shift (AFIS) and fringe-free
imaging (FFI)

• Explore grid and vitrification technologies

• Resolution
• Reduced conformational heterogeneity for improved
resolution in the ligand binding site
• Input of low resolution models to enhance comp chem
models
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• Logistics
• Consortium Krios microscope access
• Vitrification and screening in house to maximise Krios
time

CryoEM of StaR®s at Sosei-Heptares
3

H -H T L 3 2 0 5 5

R a d io lig a n d b in d in g a s s a y
3

Family A orphan receptor coupling to Gi/o
Agonist StaR generated with improved expression and stability
Complex formation with G protein heterotrimer enables cryoEM
In-house sample vitrification and screening (Glacios, 200 keV) in purpose-built extension

StaR
WT

G P R 8 8 g 8 .4 S ta R

40000

30000

W ild - t y p e

W

20000

T m = 3 0 .3  C

10000

20000

10000
T m = 1 7 .8  C

T m = 1 7 .8  C
0

0

• High resolution data collection at Cambridge Pharmaceutical Cryo-EM Consortium (2xKrios)

-1 0 0 0 0

-1 0 0 0 0

0
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T e m p e ra tu r e (°C )

0

10

20

30

40

50

T e m p e ra tu r e (°C )

GPCR
G-Beta
G-Gamma
receptor + G protein
heterotrimer

receptor alone

Size Exclusion Chromatography
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G

30000

T m = 3 0 .3  C

CPM

CPM

•
•
•
•

H -H T L 3 2 0 5 5

R a d io lig a n d b in d in g a s s a y

40000

Glacios screening Krios collection

Micrographs

2D class averages

50

5
Concluding remarks
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Conclusion

• “To date, observations in GPCR–G protein complexes have shown that
sample quality and especially stability determine success or failure of
the structure determination, not only in X-ray crystallography but also
(perhaps more so) in cryo-EM. Thus, the development of approaches,
applicable to all GPCRs, for stabilization of the highly dynamic
complexes will be essential to understanding the plethora of ligand
specific signaling responses.”
• “Biochemistry, as it always has, will continue to make the final ruling
on which structures reach high-resolutions. The biochemical quality
of the samples outranks the best microscopes, cameras, and
computational advances.”
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Expression

Purification

Engineering

SPR

Tm assays

MS
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GPCRs in the active state: MiniG proteins as novel tools
• MiniG proteins are the engineered GTPase domains of Ga subunits
• Developed by Christopher Tate’s lab at the LMB. Based on observation that only GTPase domain of Ga subunit made significant
contact with active b2AR
• Gas subunit was engineered and thermostabilised
• Shown to couple to GPCRs and recapitulate the increase in agonist affinity observed upon coupling native heterotrimeric G-proteins
• MiniGas is small, soluble, well expressed and stable in detergent
• Multiple miniG protein variants generated for use as tools to probe GPCR function
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AI GPCR Drug Discovery platform

AI

Platform
Technology

Drug Discovery

Protein Engineering

Computational Chemistry

Biomolecular Structure

Medicinal Chemistry

Biophysics

Molecular Pharmacology

StaR® Design

1

Ligand Design

Preclinical
Development

Clinical Drug
Development
Clinical Development

Translational Sciences

2

ADMET Prediction

3

Data & descriptors
Machine Learning

Artificial Intelligence for Multi-Parametric GPCR Drug Discovery
39

Target / Indication
Selection

4

